1. The statement that cerebral glucose increase following lactate infusion may be due to a shift in the cell redox state is debatable in the absence of NADH/NAD ratio measurement. Lactate can increase because of anaerobic glycolysis, due to lack of oxygen, but alsofrequently-when brain oxygen is normal [1] . In summary, we provided convincing data that exogenous supplemental lactate can be used as a preferential glucose-sparing substrate by the injured brain and that hypertonic lactate might improve neuroenergetics and reduce brain edema, thereby attenuating secondary cerebral damage after TBI. These data constitute robust arguments against all criticisms by Nordström and colleagues. More importantly, they support clinical investigation to examine the potential therapeutic advantages of hypertonic lactate solutions after brain injury.
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